Introduction
The aetiology of Hashimoto's thyroiditis is uncertain. Immunological and genetic factors are certainly involved although their significance and relationship remains to be clarified (Doniach, 1975) . Family studies (Bartels, 1941; Hall, Owen and Smart, 1960) , familial predisposition to other associated autoimmune diseases (Doniach, Roitt and Taylor, 1965) , the association with chromosomal abnormalities (Fialkow et al., 1971) and the reports of monozygotic twins with autoimmune thyroid disease (Irvine et al., 1961; Hennen and Dodinval, 1965; Hassan et al., 1966; Jayson et al., 1967; Thornham, Nutt and Clark, 1976) all point to an underlying hereditary defect.
The recognition of genetic linkage between the murine major histocompatibility complex (H2) and predisposition to experimental autoimmune thyroiditis (Vladutiu and Rose, 1971) Barnard and Marshall, 1976; Chopra et al., 1977) . This is difficult to explain since familial aggregates can show both Graves' disease and Hashimoto's thyroiditis; Graves' disease being associated with an increased frequency of HLA B8 (Farid et al., 1976) and HLA DW3 (McMichael et al., 1975) in Caucasians and HLA BW35 in Japanese patients Doniach, 1967b; Bird and Stephenson, 1973) and blood groups, serum proteins and red cell enzymes were determined by standard serological and electrophoretic procedures (Race and Sanger, 1968; Giblett, 1969 The mode of inheritance has been difficult to evaluate (Hall, Dingle and Roberts, 1972) but does not appear to be due to simple Mendelian, single gene inheritance, particularly as matings between autoantibody negative individuals have produced offspring with AITD. It appears more likely to be multifactorial; a mode of inheritance in which the liability is partly genetic, brought about by the cumulative effect of a number of interacting polygenes, and partly environmental; a complicating factor in familial similarity is the common environment shared by close relatives and particularly twins and triplets so that environmental factors could also be involved. It is well known that environmental stimuli such as viruses and drugs (Leading Article, 1970; Bucknall, 1977) can induce autoantibody production. However, the studies of genetic polymorphisms indicating that the triplets are identical provide further evidence for the importance of genetic factors in the development of AITD.
Studies in mice have demonstrated linkage between the H2 complex and AITD (Vladutiu and Rose, 1971) 
